SCIENTIFIC COMMUNICATIONS
Regarding "QTc Dispersion Measurement I am greatly surprised by the fact that the authors omitted the study by Batur, et al,l also from Turkey, which concluded that ventricular repolarization heterogeneity was greater in patients with aortic stenosis than in controls and that QTc dispersion correlated well with the left ventricular mass index, severity of aortic stenosis and aortic valve pressure gradient. I believe this to be a significant omission. Drs. Ko~ar et al noted that they used Bazett's formula to correct the QT intervals for heart rate. Although agreeably widely utilized, it has inherent inaccuracies, as do all of the methods invoked thus far. Presently, there is no formula or method available that can accurately correct the QT interval to my knowledge. This is due to a multitude of physiologic factors and computational techniques. Logarithmic, hyperbolic, and exponential function measurements and methods all have their peculiar inherent limitations. None of the available formulas account for the effects of autonomic tone on the QT interval, which are independent of the effects of heart rate and also do not account for the slow rate of adaptation to myocardial repolarization under normal, as well as various pathologic, states.
The difference between the longest and shortest QT interval is called QT dispersion. There is no concise agreement about what are the upper limits of normal. In normal persons the QT interval can vary from lead to lead by up to 50 milliseconds. Therefore, the duration of the QT interval is lead dependent, being longest in leads V2 and V3; 65 milliseconds has been given as a compromised version of the upper limits of normal, and its use as a prognostic marker is still being questioned.
QT dispersion has been rightly questioned as to whether or not it is an illusion or a reality?2 Rautaharju3 considers it to be an electrocardiographic epidemic. Partial reasoning for these comments are based on the facts that in spatial vector cardiography based on planar projections, the QRST loop cannot yield abnormal QT dispersion since the shortest interval occurs because the terminal forces are, in fact, perpendicular to the plane of the derived lead. If, however, one considers the precordial leads as being able to record local potentials with different durations, then QT dispersion may be an actual occurrence. One might add also, that it is quite difficult to accurately assess, under any circumstances, the differences between global dispersion versus local dispersion in single leads.
Our best attempts at correcting the QT interval for heart rate (increase QT as heart rate decreases, decrease QT as heart rate increases) have been unsatisfactory. In postmyocardial infarct patients with significant necrosis, increased QT dispersion has been associated with increased susceptibility to sustained ventricular tachycardia, but not to ventricular fibrillation-an odd paradox. 4 Wei et a15 concluded that diabetic patients with autonomic dysfunction have increased QT dispersion, suggesting that such patients have a greater inhomogeneity of repolarization. An excellent study by Lee et al6 concluded that QT interval dispersion is not equivalent to heterogeneity of repolarization. Furthermore, a superb review by Malik We are thus left with the opinion that QT dispersion may be related to electrical instability and the risk of ventricular dysrhythmia in certain pathologic states, especially those of the genetically induced long QT syndrome, and to an as yet uncertain extent in the postmyocardial infarction state.
Drs. Ko~ar et al introduced the possibility of yet another clinical state (syncopal aortic stenosis) and its relevance to QT dispersion, but I question its scientific correctness, its true value (10.4% increase in syncope) and its clinical application. Admittedly, the study was very nicely done. 
